f l u f d obtained by bronchial lavage. Cytomegalic v i r u s (CMV)
was cultured from same f l u i d . Bacterial, mycobacterial, and fungal c u l t u r e s were negative. Studies of immunological competence were normal. IgG t o Pneumocytis c a r i n i i (PC) was p o s i t i v e . Family members remained asymptomatic but became s e r o l o g i c a l l y p o s i t i v e f o r PC. Infant died d e s p i t e 1 1 days of pentamidine therapy. Autopsy revealed PCP with plasma c e l l i n f i l t r a t i o n . Thymus was normal. Brain and l i v e r were f r e e of CMV.
PCP i n t h e U.S. has been diagnosed almost exclusively i n children with i~mnunological disorders o r with lymphoreticular malignancies, whereas PCP is endemic i n underdeveloped areas. With increasing adoptions of Vietnamese i n f a n t s by Americans, epidemiological surveillance, including serological screening, is advised t o d e t e c t PCP i n these immunologically normal i n f a n t s .
NURSERY OUTBREAK OF SCALDED SKIN SYNDROME DUE TO GROUP I STAPHYLOCOCCUS AUEUS. Howard S. Faden, John P.,Burke, James R. Everett, Lowell A. Glasgow, Univ. of Utah Med. C t r . , Dept.
of Med., S a l t Lake City.
scalded s k i n syndr& (SSS) has been associated with group I1 staphylococci. W e recently studied a nursery outbreak of t h i s syndrome caused by group I S. aureus.
The epidemic occurred from 811-14173 i n t h e newborn nurs e r y of a S a l t Lake City h o s p i t a l . Four female i n f a n t s developed a scarlatinaform eruption within t h e f i r s t week of l i f e . The eruption was characterized by a generalized, f i n e l y papular erythema; one i n f a n t experienced mild epidermal peeling. Two of t h e i n f a n t s were f e b r i l e . Cultures of t h e umbilical cords and/or t h e a n t e r i o r nares grew S. aureus, phage type 29/52/79/86/~11/81. The eruption rapidly cleared a f t e r treatment with N a f c i l l i n .
Bacteriologic surveillance of the nursery revealed one admitting nurse a s a n a s a l c a r r i e r of the epidemic phage type; no i n f a n t s other than t h e o r i g i n a l cases were colonized with the epidemic s t r a i n , and no a d d i t i o n a l cases were uncovered by a telephone survey.
Staphylococci which cause SSS a r e characterized by the production of a toxin which i s capable of producing e x f o l i a t i o n i n newborn mice. The epidemic s t r a i n , when t e s t e d i n t h e suckling-mouse, produced epidermal necrolysis. The demonstrat i o n t h a t a group I staphylococcus can produce an e x f o l i a t i v e toxin suggests t h a t a common mechanism f o r toxin production may e x i s t f o r groups I and I1 staphylococci.
, Sandy R. Austin, R.
Dixon Walker and George A. Richard. Univ. of Fla. Col. of Med., Dept. of Ped., Gainesville ( I n t r . by Martin L. Schulkind)
One hundred sixty-five children with recurrent b a c t e r i u r i a were placed on a continuing home c u l t u r e program with 87% compliance. Parents were taught t o obtain clean-catch urines on the f i r s t urine of the morning using the urine c u l t u r e tube technique (Bactercult). They were taugnt t o read the c u l t u r e s following incubation both a t room temperature and i n an incubator. P o s i t i v e c u l t u r e s ( > l o c o l s . / u n i t area) were repeated. I f urines were negative, p a t i e n t s were seen on a l t e r n a t e months; i f 2 p o s i t i v e urines were obtained, the p a t i e n t was returned t o c l i n i c f o r confirmation. Colony counts between 10 and 50 were r a r e l y p o s i t i v e i n c l i n i c . When 2 positive urines (>50 c o l s . / u n i t area) were obtained, confirmation i n c l i n i c f o r s i g n i f i c a n t b a c t e r i u r i a was 65%. The f a l s e p o s i t i v e r a t e was, therefore, s i g n i f i c a n t . The f a l s e negative r a t e was very low a t <4%. There was good agreement between incubator and room temperature f o r colony growth.
A home c u l t u r e program can s i g n i f i c a n t l y reduce o f f i c e visits; more than 200 v i s i t s were avoided f o r negative cultures. Cultures can be obtained frequently, conveniently, on the f i r s t voided urine of tne morning and a t low cost t o parents. Early diagnosis of an asymptomatic recurrence can be made. The epidemiology of b a c t e r i u r i a can be studied i n the family, and a s i g n i f i c a n t advance i n the extension of health care t o the community can be made.
n school age children (peak age 9 y r s . ) but r a r e i n i n f a n t s , a consistent epidemiologic finding which never has been explained adequately. Monitoring of r e s p i r a t o r y t r a c t microflora i n 50 i n f a n t s and young children attending the Frank Porter Graham Day Care Center (DCC) yielded 15 i s o l a t i o n s of M. pnemniae from 1968-1973 . These i n f e c t i o n s occurred i n the f a l l and e a r l y winter of each year and coincided with i d e n t i f i c a t i o n of t h i s agent i n children with lower respiratory disease seen i n a l o c a l p e d i a t r i c p r a c t i c e . Frequent medical evaluation revealed only mild r h i n i t i s and cough i n half the DCC subjects. Infected children ranged i n age from 2 months t o 8 years. Diagnostic serologic r i s e s (complement f i x i n g and growth i n h i b i t i n g antibody), occurred i n a l l but one culture-positive c h i l d , a s well a s i n s e v e r a l with negative cultures. T i t e r s tended t o wane rapidly and 3 children became reinfected a f t e r 3 yrs. I n v i t r o stimul a t i o n of peripheral lymphocytes with M. p n e m n i a e was performed on a l l infected children during the l a s t year of the study. Antigen r e a c t i v e c e l l s were detected frequently only i n children over 6 yrs. of age. These findings suggest t h a t recurrent unsuspected i n f e c t i o n with M. pneunwniae occurs during infancy and early childhood and t h a t pneumonic disease, common i n school-aged children, i s an expression of increasing host immune response t o the organism. The r a p i d i t y of disappearance of group A streptococci from impetiginous lesions and normal skin was examined i n 49 children t r e a t e d with 10 days of o r a l p e n i c i l l i n (34) o r long-acting benzathine p e n i c i l l i n (15). Before treatment (Rx) 92% of children had streptococci recovered from normal skin. One week l a t e r 20 of 23 children (87%) on o r a l penic i l l i n were f r e e of streptococcal s k i n lesions; 6 (26%) had streptococci present on normal skin, 2 of whom had p o s i t i v e lesions. Following benzathine p e n i c i l l i n none of 12 children had lesions 1 week l a t e r ; 2 had p o s i t i v e normal skin s i t e s .
I n f u r t h e r s t u d i e s , 13 children were examined and cultured on presentation and 1 , 2 , 3 , 6 and 7 days a f t e r Rx was begun. I n 7 children on o r a l p e n i c i l l i n t h e mean i n t e r v a l f o r streptococcal eradication from l e s i o n s was 3 days (range 2-4) and from normal skin 2 days; streptococci reappeared on normal skin i n 5 children by 4 days. I n 6 children, following benzathine p e n i c i l l i n , lesions and normal skin yielded no streptococci by a mean period of 2.5 days (range 2-4); i n 1 c h i l d organisms reappeared on the normal skin.
Persistence of streptococci i n s k i n lesions f o r a few days a f t e r e i t h e r o r a l o r parenteral Rx has p r a c t i c a l and theoreti c a l implications. Streptococcal recovery from normal s k i n i n these circumstances may r e f l e c t survival o r new acquisit i o n , and f u r t h e r study i s needed t o c l a r i f y t h i s point. . W e h a v e h y b r i d i z e d c e l l s f r o m a p a t i e n t c a r r y i n g a n X/19 t r a n s l o c a t i o n w i t h mouse c e l l s d e f i c i e n t i n t h e X -l i n k e d enzyme HGPRT. T h e s e h y b r i d s s e l e c t i v e l y r e t a i n t h a t p o r t i o n o f chromosome 1 9 w h i c h i s a t t a c h e d t o t h e p i e c e o f t h e X w i t h t h e HGPRT l o c u s . T h e s e h y b r i d s a r e s u s c e p t i b l e t o p o l i o v i r u s T y p e s 1, 2 a n d 3 , e v e n t h o u g h t h e y l a c k a p o r t i o n ( t h e d i s t a l p a r t o f t h e l o n g a r m ) o f chromosome 1 9 . T h i s i s c o n s i s t e n t w i t h a s s i g n m e n t o f t h e p o l i o s u s c e p t i b i l i t y g e n e s t o t h i s chromosome a n d s u g g e s t s t h e y may b e c o n f i n e d t o a l i m i t e d reg i o n o f t h e chromosome. The h y b r i d c e l l a p p r o a c h i s g e n e r a l l y a p p l i c a b l e t o t h e a n a l y s i s o f s u s c e p t i b i li t y g e n e s f o r v i r u s e s o f l i m i t e d h o s t r a n g e , some o f w h i c h a r e c u r r e n t l y u n d e r s t u d y .
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